Dear Editor, We read the article by Gupta et al. titled "Mitochondrial DNA variations in myelodysplastic syndrome" with great interest [1] . In this study, the aim of the authors is to determine the frequency and spectrum of mutations of mtDNA in patients with myelodysplastic syndrome (MDS) from Indian subcontinent. With this aim, the authors have analyzed the entire mitochondrial genome in 21 patients and 21 age-and sex-matched controls. They have amplified and sequenced the mtDNA using 24 overlapping polymerase chain reactions. A total of 37 variations have been detected in the entire mitochondrial genome from MDS patients. They concluded in their study that mtDNA mutations seem to be an important component of molecular pathology of MDS. We share the authors' scientific view and think that this study is well constructed and highly scientific.
However, we would like to express some constructive criticism. The myelodysplastic syndrome is heterogeneous group of disorders characterized by clonal proliferation of multipotent hematopoietic cells with ineffective hematopoiesis [1] . It can transform acute myeloid leukemia and prognosis is usually poor [2] . We understand that the authors have considered just point mutations in mtDNA of patients with MDS. But, as known, there are three major variations of mtDNA: (1) point mutations, (2) large-scale deletions, and (3) mtDNA depletions [3] . Anyone of these variations may be the cause of mitochondrial dysfunction, production of reactive oxygen species that are clearly known to contribute in pathogenesis of cancer, and may damage DNA further. For example, Leber's hereditary optic neuropathy occurs with a point mutation. On the other hand, KearnsSayre syndrome is caused by large-scale deletions. MtDNA depletion might express as Alpers' syndrome. We wanted to add to this well-written article that the mtDNA variations other than point mutations may also have a role in the carcinogenesis of MDS.
